Although hyperprolactinemia is known to cause luteal insufficiency (LI) (Seppala et al., 1976) as well as anovulation (Bohnet et al., 1976) in women, the precise site of prolactin (PRL) action and the mechanism by which PRL exerts its inhibitory effects on ovarian function have been poorly understood.
To further elucidate the mechanism involved in the pathogenesis of hyperprolactinemic LI, we have developed sulpiride-induced LI in the baboon (Aso et al., 1982) .
Using this experimental model, steroidogenic function of corpora lutea exposed to high levels of PRL in vivo was studied.
Material and Methods
Mature female baboons (Papio cynocephalus) weighing approximately 15 kg were caged individually with lights on between 0700h and 1900h and were fed ad libitum.
The baboon has patterns of gonadotropins and steroid secretion very similar to those of the human, and responds to TRH, sulpiride and L-dopa in a similar fashion to the human (Aso et al., 1982) These baboons had regular cycles of 29 to 33 days duration and a luteal phase 14 days long.
Progressive swelling of sex skin was observed in the baboon during the follicular phase, and swelling of sex skin started to lessen on the day after the LH surge (Aso, T. 1980). Since possible delay of ovulation and disturbed formation of corpus luteum (CL) were expected in sulpiride-treated baboons (Aso, T. 1980 
Results
Plasma levels of PRL, gonadotropins and steroids in those baboons used for the experiments are shown in Table 1. As seen plasma PRL level of sulpiride-treated baboons were elevated whereas LH and FSH levels were slightly decreased. While the estradiol (E2) level in the treated baboons appeared to be essentially unaffected, plasma progesterone (P4) was markedly suppressed in treated baboons indicating that these baboons had LI. As shown in Figure 1 , the major metabolites formed following in vitro incubation with 14C-pregnenolone of CL from these baboons were P4, 170HP4, androstenedione (A) and a lesser amount of E2. The amounts of steroids formed with the exception of E2 were inversely correlated to the plasma PRL level: at a plasma PRL level of 40ng/ml, P4, 17OHP4, A and E2 production was inhibited by 62%, 83%, 62% and 85%, respectively, and at 70ng/ml, 96%, 96%, 97% and 75% inhibition was 
